strong family history of type 1 diabetes (including a brother and a ®rst cousin) and her mother had checked her blood glucose with a meter. The reading was 13.4 mmol/L 2 hours after food. On examination her temperature was 37.4 8C and she had mild tender submandibular lymphadenopathy and tonsillar erythema. She was slim, with a body mass index of 23.
She had never experienced any osmotic or other symptoms suggestive of diabetes. In the fasting state, urine was negative for glucose and ketones and plasma glucose was 5.9 mmol/L. Further blood tests showed a normal full blood count, including differential, and normal renal, liver and thyroid function. A monospot test was positive, and infectious mononucleosis was thought the likely cause of her symptoms. She was advised to rest, and to test her blood sugar occasionally, fasting and 2 hours after meals. Postprandial hyperglycaemia continued with blood sugars on her meter ranging from 9 to 14 mmol/L. Urine remained negative for ketones and glucose. An oral glucose tolerance test (OGTT) pointed to diabetes and she was referred to the hospital diabetes clinic. Blood sugars continued at 4±7 mmol/L before meals and up to 14 mmol/L postprandially. She was now symptom-free, having recovered from her bout of infectious mononucleosis. There was no evidence of diabetic complications. Glycated haemoglobin indicated good control at 6.7%. Glutamic acid decarboxylase-65 antibody (GAD65) and islet cell antibody (ICA) markers for type 1 diabetes were strongly positive. An OGTT three months after the ®rst showed no change (Table 1) . Six months after diagnosis she is taking repaglinide 0.5 mg with meals and has good postprandial glycaemic control. She has been offered lowdose preprandial insulin but prefers to use oral medication for as long as possible.
COMMENT
The Diabetes Prevention Trial Investigators have described a group of patients who are diagnosed with type 1 diabetes on the basis of OGTT alone 1 . The study involved screening all ICA-positive relatives of a cohort of type 1 diabetic patients with OGTT to determine glycaemic status and intravenous GTT to determine ®rst-phase insulin response. Of 585 relatives screened, 73% had normal glucose tolerance, 14.9% had impaired glucose tolerance and 10.4% had diabetes. Amongst the diabetic cohort, diabetes was diagnosed generally on the basis of postprandial hyperglycaemia rather than fasting hyperglycaemia. In addition, these patients had an impaired ®rst-phase insulin response to a glucose load and high-risk diabetes HLA haplotypes were common in this group. All were symptomfree and the age range was 3±45 years. The fact that they are young and ICA-positive, have a ®rst-degree relative with type 1 diabetes, and possess high-risk HLA haplotypes makes it very likely they have true type 1 diabetes and will eventually develop symptomatic disease requiring insulin.
This newly described subset gives some clue as to the natural history of type 1 diabetes before it becomes clinically apparent. The impaired ®rst-phase response to a glucose load suggests that the earliest manifestation of beta cell failure is loss of acute insulin response to a glucose load, leading to postprandial hyperglycaemia. The viral illness in our patient may or may not have in¯uenced her glycaemic status, but we note that glucose tolerance was unaltered after recovery. An unanswered question is whether`resting' the beta-cells with low-dose insulin or immunomodulatory therapies such as cyclosporin will prevent or delay progression to full-blown diabetes 2 In Parkinson's disease (PD) imaging of the brain is seldom cost-effective since the chance of detecting relevant structural abnormality as a cause of the symptoms is very low. However, brain imaging can provide diagnostic clues in young patients with atypical parkinsonian features. 
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CASE HISTORY
A Chinese man aged 28 had experienced progressive slowness of movements, limb stiffness, generalized malaise and fatigue over the past eighteen months. Activities of daily living were ever more dif®cult. Family members noticed that his mental responses were slowing and his handwriting was becoming smaller. In addition, his speech was diminished in volume and slurred and his balance was poor, with a tendency to fall when turning or if pushed. He did not have swallowing dif®culty, urinary or bowel complaints, memory loss or visual or hearing problems. There was no history of delay in his developmental milestones and no family history of parkinsonism or other neurological illness. There was also no history of any psychiatric illness, or of exposure to heavy metals and toxins. On examination his mentation was slow and his speech hypophonic and slurred. Extraocular movements were full. There was moderately severe rigidity and bradykinesia in all four extremities with the right more affected than the left. Rest tremor was absent. In addition, he had mild bilateral dysmetria and dysdiadochokinesia. Power was full in his limbs. All his re¯exes, including the jaw jerk, were brisk. There was no demonstrable clonus and his plantar responses were¯exor. He had a mild stooped posture and a slow and shuf¯ing gait, with decreased arm swing. His postural stability was poor. Investigations on blood included blood count, blood ®lm, urea and electrolytes, liver function tests, thyroid and parathyroid function tests, vitamin E levels, calcium, phosphate, magnesium, iron, ferritin, caeruloplasmin, heavy metals and Venereal Disease Research Laboratory test. All were normal. DNA tests for trinucleotide repeat expansions for spinocerebellar ataxia 1,2,3,6 and 7 were negative. Slit lamp examination revealed no corneal Kayser±Fleischer rings or lens opacities. Somatosensory evoked and brainstem evoked potentials were normal but visual evoked potentials showed conduction abnormalities in the anterior visual pathways bilaterally. On neuropsychological testing his general intellectual abilities were of low average range; we could not determine whether there had been recent deterioration. Memory and attention abilities seemed unimpaired. MRI of the brain revealed diffuse white matter disease with extensive paramagnetic material in the basal ganglia, cerebellum, and subcortical regions (Figure 1a and b) . A CT scan con®rmed the gross calci®cations in the dentate nuclei, basal ganglia and subcortical regions. His response to levodopa therapy was poor, and this was subsequently stopped.
The patient had four sisters and a brother. Two of the sisters were willing to have CT scans of the head, and these were normal.
COMMENT
This case illustrates how brain imaging can provide diagnostic clues in a young patient with parkinsonism. The investigation is especially useful if the parkinsonian features are associated with other neurological features such as pyramidal tract signs, cerebellar dysfunction, and cognitive impairment 2 . MRI may demonstrate abnormal deposition of minerals such as iron, calcium, and copper or structural lesions in basal ganglia. It is a useful diagnostic tool in the differential diagnosis of parkinsonism 5 . MRI can also help distinguish some of the parkinson-plus syndromes, such as multiple system atrophy, from PD 4 imaging study was warranted by the absence of limb tremor, the poor response to levodopa, the rapid progression of his symptoms and the presence of other neurological signs.
Calci®cations of the brain are found in about 0.3 to 1.5% of individuals undergoing routine CT examination, most commonly in the basal ganglia and sometimes in the cerebellar dentate nucleus 4, 5 . Neurological symptoms are usually absent. Hypoparathyroidism and pseudohypoparathyroidism are common aetiologies. Idiopathic calci®cation of the basal ganglia is often called Fahr's disease 6 but some prefer the term bilateral striatopallidodentate calcinosis. Idiopathic calci®cation of the basal ganglia is usually sporadic but an autosomal dominant mode of inheritance is also seen. There is a slight preponderance in men, with presentation usually between 30 and 50 years of age. Calci®cations generally precede the onset of symptoms by many years and the course is typically slow and progressive. Mental deterioration, extrapyramidal signs, and cerebellar ataxia are the three predominant manifestations, resulting in gait and speech disturbance 6 . Pyramidal signs, psychiatric symptoms, urinary incontinence, and epilepsy occur in some patients. To date, there is no effective therapy.
